INTRODUCTION
Incidence of neurologic complication in central neuraxial blockade (CNB) is reported to be between 1/1000 and 1/1,000,000 [1] higher with spinal than for epidural anaesthesia. Various causes of neurologic complications have been documented in the literature, [2] as chemical myelitis, injury to the cord, or prexisting neurological lesion, but incidence of paraplegia following regional anaesthesia in a case of congenital deformity is extremely rare. We report a rare case of congenital lumbar agenesis leading to complete paraplegia with bowel and bladder involvement following a spinal anaesthesia for emergency cesarean section. The purpose of our case report is to make anaesthesiologist, surgeon and neurologist aware about the suspected neurological complication in case of delayed recovery from regional block. Early diagnosis and intervention should be ensured for better outcome and recovery.
CASE REPORT
A 25-year-old, short stature (130 cm), apparently normal female was admitted to neurosurgical Intensive Care Unit with complaints of inability to move both lower limbs and bladder and bowel incontinence immediately following cesarean section under CNB 6 days back at the periphery hospital. The details of perioperative events were not documented. The patient was non-diabetic, normotensive. Patient had a history of surgery for swelling over lower back in infancy which was present since birth. Her antenatal period and pre-operative investigation were normal.
On examination, there was a transverse paramedian scar mark of about six inch over her lumbar area but there was no obvious spinal abnormality externally. Neurological examination revealed complete motor, sensory and autonomic loss of sensation below L 2 level with involvement of bladder and bowel. An urgent X-ray lumbosacral spine and magnetic resonance imaging (MRI) of the spinal cord were done, which revealed congenital absence of L 3-5 lumbar vertebrae with low lying spinal cord at L 2 level, with myelitis and arachnoiditis [ Figure 1 ]. L 2 vertebrae were directly fused to the sacrum without any other deformity at that level. A probable diagnosis of chemical myelitis or direct injury to the cords was suspected. Patient was treated conservatively on rest and high doses of steroid (methyl prednisolone) to which she responded partially after 6 weeks in the form of motor recovery. There was no improvement in bladder and bowel function after 2 years. [3] is a rare congenital abnormality in which a segment of spine and spinal cord fails to develop properly. Segmental vertebral anomalies may involve the thoracolumbar, lumbar or lumbosacral spine. Lumbosacral agenesis is an uncommon malformation with an incidence of 1 of 25,000 lives births. [4] The incidence of isolated lumbar agenesis is not yet reported. These anomalies of the spine may vary from simple, benign causing no spinal deformity to complex producing severe deformity, which is often incompatible with life. They may be associated with other organ deformities. [5] Simple malformations of the spine are seldom apparent and are diagnosed as incidental findings as in our patient.
DISCUSSION

Segmental spinal dysgenesis
Neurological complications following CNB as anterior spinal artery syndrome, transverse myelitis, chronic arachnoiditis, cauda equina syndrome have been documented. In most of the cases the etiology of paraplegia after CNB are due to direct trauma to the cord, chemical myelitis, intraoperative haemodynamic instability, or pre-existing neurologic lesion. [6] Histotoxic properties of local anaesthetics can lead to subarachnoid reactions. These solutions directly irritate nerve roots and damage them due to osmotic effects. Contaminants such as talcum powder of surgical gloves, bits of cotton of the wrapped syringes, incomplete rinsing of the syringes has been reported to cause a chronic arachnoiditis. CSF and MRI findings rule out any incidence of chemical or haemorrhagic myelitis. [6] Prolonged hypotension following spinal anaesthesia has been reported in most cases to cause spinal cord ischemia or thrombosis of the anterior spinal artery. [6] Flaccid paraplegia due to anterior spinal artery thrombosis has been reported.
Pre-existing neurologic lesion may also present with paraplegia following spinal anaesthesia. [6] Marinacci and Courville reported 482 patients with neurological complaints following spinal anaesthesia in which 478 patients had concurrent unrelated lesions. [7] Direct trauma to the spinal cord or nerve root may be due to multiple attempts, faulty technique and severe pain and electric shock like sensation felt by the patient at the time of insertion of the needle. [8] In our case, patient had a history of a surgical intervention in the back, but there was no history of any lower limb weakness or back pain. After caesarean section under CNB patient had complete paraplegia and her MRI showed complete absence of L [3] [4] [5] . Lumbar vertebra with L 2 fused to S 1 and spinal cord at L 2 level showing myelitis. This low-lying cord favors high probability of direct trauma to the cord during spinal anaesthesia.
CONCLUSION
Thorough pre-operative history and examination with proper knowledge of anatomy of spinal and epidural space is of utmost importance before undertaking management of any case for anaesthesia. Use of appropriate anaesthetic agent in proper dose and concentration should also be considered. In the case of paraesthesia during insertion of the needle, probability of needle trauma should be considered. In the case if any neurological complication is suspected prompt neurological intervention should be encouraged as patient is our utmost priority. 
INTRODUCTION
Pyridium or phenazopyridine hydrochloride is in the pharmacological category of urinary analgesics. It is a commonly prescribed medication for the treatment of urinary tract infections and is known to cause methaemoglobinemia when used in excessive doses. Methaemoglobinemia causes interference with normal oxygen delivery. [1] Apart from its potential to interfere with oxygen delivery, it can interfere with pulse oximeter readings and some existing medications can cause or exacerbate pre-existing methaemoglobinemia. [2] These patients should be managed keeping in mind possible causes, removal of the offending agent if possible, using methylene blue if methaemoglobin level is high and ensuring optimal tissue oxygen delivery.
At our institute a 14-year-old patient presented with a history of continuous dribbling of urine per urethra since birth. Patient was scheduled to undergo retrograde pyelography and definitive management. Preanaesthetic evaluation revealed no significant findings except for the history of the patient being on oral pyridium for previous 2 days (200 mg thrice daily). Respiratory system evaluation was normal and X-ray chest was also normal. After shifting the patient to the operation theatre, we attached all the monitors. Non-invasive blood pressure (116/70 mm Hg), and electrocardiogram were normal.Pulse oximetric oxygen saturation was 93% on room air. The SPO 2 probe was attached to other extremity but saturation level remained the same. Patient was preoxygenated with 100% oxygen for 5 min but the oxygen saturation remained at 93-94%. Thinking it as a technical error of the pulse oximeter probe, anaesthesia was induced with midazolam-1.5 mg, fentanyl-125 µgm, thiopentone-200 mg, vecuronium-4 mg and trachea was intubated with cuffed endotracheal tube (6.5 mm). Patient was put on ventilator with 100% oxygen initially but oxygen saturation remained 93-94% even after 10 min.
An arterial line was placed on the right radial artery and an arterial blood gas (ABG) sample was sent for analysis [ Table 1 ]. The ABG failed to estimate haemoglobin in that sample. Samples of other patients being operated on the same day had no problems with haemoglobin estimation thus ruling out any technical error with the ABG machine.
On retrospective analysis, the fact of the patient being on pyridium came up as a possible source of methaemoglobinemia. We sent a blood sample for methaemoglobin estimation which was 1.9% in that sample (normal <1.1%). The co-oximeter was not available in our institute, so it was not used in the diagnosis of methaemoglobinemia of this patient.
The duration of the procedure was 3 hours 45 minutes and the saturation of the patient gradually improved. Patient remained haemodynamically stable throughout the procedure. At the end of the procedure patient 
